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ACE2 Angiotensin converting enzyme-2 血管紧张素转化酶 2 
ACEI angiotensin converting enzyme inhibitors 血管紧张素转化酶抑
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AGE Advanced glycation end-product 糖基化终末端产物 
AngII Angiotensin II 血管紧张素 II 
AR Aldose reductase 醛糖还原酶 
ARB Angiotensin receptor blockers 血管紧张素受体拮抗剂 
ARI Inhibitors of angiotensin 血管紧张素抑制剂 
AT1 Type I AngII receptor 血管紧张素受体 I 
BP Blood pressure 血压 
BT Bitransgenic,Ar-/-::KspAR+/- AR 转基因小鼠 
CO Carbon monoxide 一氧化碳 
DBP Diastolic blood pressure 舒张压 
DCFH-DA 2′,7′-Dichlorodihydrofluorescin diacetate 2′,7′-二氯荧光素二乙
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FBS Fetal bovine serum 胎牛血清 
Gclc Glutamate-cysteine ligase catalytic subunit 谷氨酸半胱氨酸连接
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HO Heme oxygenase 血红素加氧酶 
HUAEC Human umbilical artery endothelial cells 人脐动脉内皮细胞 
Keap1 Kelch-like ECH-associated protein-1 Kelch 样环氧氯丙烷相
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MAP Mean arterial pressure 平均动脉压 
MAS the receptor of angiotensin (1-7) 血管紧张素（1-7）受体 
MCM Mouse cardiomyocyte 小鼠心肌细胞 
Mes13 Mouse mesangial cell 小鼠肾小球系膜细胞 
NO Nitric oxide 一氧化氮 
eNOS Endothelial nitric oxide synthase 内皮型一氧化氮合酶 
PP The polyol pathway 山梨醇通路 
RFU Relative fluorescence unit 相对荧光单位 
RAS Renin-angiotensin system 肾素-血管紧张素系统
ROS Reactive oxygen species 活性氧 
RT-PCR Reverse-transcriptase polymerase chain 
reaction 
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SBP Systolic blood pressure 收缩压 
SHR Spontaneously hypertensive rats 自发性高血压大鼠 
SOD3 Superoxide dismutase 3 超氧化物歧化酶 3 
Tgfβ1 Transforming growth factor β-1 转化生长因子 1 
Tgfβ2 Transforming growth factor β-2 转化生长因子 2 
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